Posterior reversible encephalopathy syndrome (PRES) is a rare clinico-neuroradiologic condition, not commonly reported in the literature. PRES is an uncommon complication of severe preeclampsia/eclampsia. We report the management of one patient with postpartum preeclampsia as an association of HELLP syndrome presenting with status-epileptics. Early diagnosis along with timely supportive therapy resulted in the successful management of this challenging case. Recent understanding on the pathophysiology of this uncommon condition is discussed. We highlight the importance to obstetricians, intensive-care physicians and anesthesiologists of recognizing such cases.
Introduction
Posterior reversible encephalopathy syndrome (PRES) is a wellrecognized, clinical and neuro-radiological entity first described in 1996 by Hinchey et al. [1] .the first named this syndrome was reversible Posterior leukoencephalopathy syndrome [1, 2] . The PRES is a clinical and radiological entity associating varying degrees, headaches, impaired consciousness, seizures and visual disturbances to neurological and radiological abnormalities of the parietal-occipital white matter [3] . PRES has a unique MRI and CT imaging appearance, which is demonstrated as subcortical and gyral T2-weighted and fluid attenuated inversion recovery (FLAIR), signal hyperintensities that become more diffuse as the extent [2] .
Patient and observation
A woman aged 31 years, G2P2, without any pathological past history, with good prenatal care, with a normal prenatal analysis, blood pressure during the follow-up was normal, admitted for elective caesarian section at 38 weeks of amenorrhea. During realization of the spinal anesthesia the patient presented peak of the hypertensive (180/100 mm Hg) which normalized after a few minutes without treatment. In post-partum, after 12 hours of the caesarian section the lady presented a severe headache with apyrexia then she developed three episodes of generalized tonico- hypersensitiveness to endogenous vasopressor agents, the reduction of prostaglandins and cytotoxic factor of placental origin, responsible for endothelial cell dysfunction [3] . On the topographic plan, the posterior circulation is more susceptible to infarction compared to the anterior circulation; some suggest that this is due to the reduced amount of sympathetic innervation in the posterior circulation over the anterior circulation [5] . However, in few patients, PRES progresses to ischemia, infarction, or death [1, 6] . 
Conclusion

